destructive polyarthritis, and osteolytic bone lesions, complicating a poorly differentiated adenocarcinoma of the tail of the pancreas with metastases in the liver and omentum. There was a 100-fold increase in serum lipase and trypsin activity. His condition deteriorated rapidly, was characterised by rapid tumour growth, formation of ascites, a 20 kg weight loss, extensive subcutaneous fat necrosis, and fistula formation in the left calf. Treatment with 5-fluorouracil 300 mg/mi on days [1] [2] [3] [4] [5] and doxorubicin 50 mg/M2 and cisplatin 100 mg/mi on day 1, every three weeks, was weli tolerated and resulted in rapid clinical improvement. After three courses of treatment a partial remission was seen and after seven courses further improvement occurred with a return to normal of serum lipase and trypsin activity. One year after starting chemotherapy the tumour relapsed but responded again to chemotherapy (epirubicin 40 The combination of these findings suggested a functional exocrine pancreatic tumour with fat necrosis. This was confirmed by the serum lipase and trypsin activities, which appeared to be increased 100-fold. In contrast, serum a amylase and carboxypeptidase-B activities were normal (Table) . In unconcentrated urine neither trypsin nor lipase was detected. The serum a, antitrypsin concentration was raised and serum cholesterol and triglyceride concentrations were within normal limits.
Chest x rays were normal. Films of the long bones showed sharply delineated osteolytic lesions.
An arthrotomy of the right knee was performed and 200 ml of creamy debris was evacuated. The synovium was covered with a yellow 'fibrin like' deposit. The osseous parts of the joint showed severe destruction. Histopathology showed a chronic, partly active synovitis. Fat necrosis was seen in the periarticular fatty tissue, in the bone biopsy ofthe tibia, and in the subcutaneous tissue.
Occasionally, characteristic 'ghost cells' (Fig  IA) with thickened cell walls containing negative birefringent material and von Kossa's negative staining particles were observed (Fig 1B) . Extensive immunohistochemical examination was negative. Electron microscopic examination on formalin fixed, paraffin embedded material showed compact cell nests or a tubular pattern with a central lumen lined with apical microvilli. The rough endoplasmic reticulum was remarkably well developed (Fig 2) . Neither zymogen nor neuroendocrine granules were detected. Therefore the tumour was classified as a poorly differentiated pancreatic adenocarcinoma.
About four months after the first symptoms the patient deteriorated rapidly. His weight fell by 20 kg, the subcutaneous nodules extended over the whole body, the tumour occupied the whole left part of the abdomen, and ascites appeared. The left calf was drained of 100-200 ml debris daily via a spontaneously formed fistula.
We decided to start treatment with a chemo- chemotherapy and five months after the last course a relapse was discovered by a rapid increase in serum lipase and trypsin activity (Fig  3) . A new liver metastasis was detected. After four courses of epirubicin 40 mg/m2 and carboplatin 300 mg/m2, both on day 1 every three weeks, serum lipase and trypsin activity returned to normal (Fig 3) , and the liver metastasis almost completely disappeared. 
Discussion

